Genetic variation of the enzyme, adenosine deaminase (ADA), can be detected by starch gel electrophoresis of human red cell lysates and an appropriate staining procedure (Spencer, Hopkinson, and Harris, 1968) . Three phenotypes (ADA 1, ADA 2-1, and ADA 2) appear to be determined by two structural alleles, ADA' and ADA2. The frequency of the less common allele, ADA2, was reported to be 0 03 and 0 05 in London Negroes and Caucasians, respectively. Its frequency among Asiatic Indians was 0-12 (Hopkinson, Cook, and Harris, 1969). A very rare ADA 3-1 phenotype, found in an English family, has also been described (Hopkinson et al., 1969) .
Material and Methods
Blood was collected in ACD solution, the plasma removed, and the remaining packed cells washed three times with 0 9% NaCl solution. Haemolysates for electrophoresis were prepared by diluting and mixing the packed cells with one volume of water and one-half volume of toluene. Stroma-free lysates, extracted after high-speed centrifugation, were subjected to vertical starch gel electrophoresis (Smithies, 1959) for 18 hours at 40 C. and 6 volts per centimetre in sodium phosphate, pH 7, 0-1 M in the buffer trays and 0 005 M in the gel. Enzymatic activity was localized as described by Spencer et al. (1968) . Phenotypes were confirmed with the citrate buffer system described by Spencer et al. (1968) . Phenotype frequencies were analysed by the x2 distribution.
Results and Discussion
As shown in the The difference in phenotype frequencies between the four groups of European origin is highly significant (p < 0-001). This difference is due to a higher frequency of ADA2 in the Mid and Southern European sample (Seattle-London Caucasians vs Freiburg-Greek Caucasians, p < 0-001).
The phenotype frequencies of Seattle and London Negroes were nearly identical, but were significantly different from those in Freiburg-Greek Caucasians (p < 0-001), Seattle-London Caucasians (0-01 > p > 0{001), and the Asiatic Indians (p <0001). They were not different from the mixed Oriental sample (primarily Japanese).
These findings indicate a distinctive racial distribution of ADA phenotypes. The least poly-356 In two Seattle Afro-Americans, the ADA electrophoretic pattern was different from the common penotypes (Fig.) , from the published description (Hopkinson et al., 1969) of the low-activity ADA 3-1 pattern, and the phenotype reported by Dissing and Knudsen (1969 
